Fronto-limbic brain networks involved in regulation of impulsivity and aggression are abnormal in Borderline Personality Disorder (BPD). However, it is unclear whether, or to what extent, these personality traits actually modulate brain responses during cognitive processing. Using fMRI, we examined the effects of trait impulsivity, aggression, and depressed mood on regional brain responses in 31 female BPD and 25 control subjects during a Go No-Go task using Ekman faces as targets. First-level contrasts modeled effects of negative emotional context. Second-level regression models used trait impulsivity, aggression and depressed mood as predictor variables of regional brain activations. In BPD, trait impulsivity was positively correlated with activation in the dorsal anterior cingulate cortex, orbital frontal cortex (OFC), basal ganglia (BG), and dorsolateral prefrontal cortex, with no areas of negative correlation. In contrast, aggression was negatively correlated with activation in OFC, hippocampus, and BG, with no areas of positive correlation. Depressed mood had a generally dampening effect on activations. Effects of trait impulsivity on healthy controls differed from effects in BPD, suggesting a disorder-specific response. Negative emotional context and trait impulsivity, but not aggression or depression, diminished task performance across both groups. Negative emotional context may interfere with cognitive functioning in BPD through interaction with the neurobiology of personality traits.
Introduction
Impulsivity and aggressiveness are personality dimensions associated with suicidal and self-injurious behaviors independent of psychiatric diagnoses (Brezo et al., 2006; Perroud et al., 2013) . They are also core diagnostic criteria for Borderline Personality Disorder (BPD), where they contribute a diathesis to impaired cognitive function at times of stress (Fertuck et al., 2006; Zanarini, 2005) . With an estimated community prevalence of 1.6% (Lenzenweger et al., 2007; Paris, 2010) , and a suicide rate of 3-10% (Black et al., 2004) , BPD is a clinically relevant model for studying the neural basis of impulsivity and aggressiveness and their effects on cognitive functioning. Impulsive and aggressive behaviors in BPD are often precipitated by negative affective stressors in a clinical context of affective instability (Brodsky et al., 2006) . BPD subjects experience negative affects more strongly than healthy controls, and are slower to return to baseline once aroused (Jacob et al., 2008; Levine et al., 1997) . Affective instability, negative affectivity, and impulsivity predict suicidal behavior in longitudinal studies of patients with personality disorders, including BPD (Yen et al., 2004, Soloff and Chiappetta, in press ). Therefore, it is important to assess the effects of impulsivity and aggressiveness on cognitive function under conditions which model negative affective interference.
Impulsivity is not inherently pathologic, and is widely represented in the population. It is a multifactorial construct of separable but related factors, expressed in cognitive and motor behavior. In the current study, we use a standard measure of trait impulsivity, the Barratt Impulsiveness Scale-version 11 (BIS-11), a self-reported measure which assesses three components of impulsiveness: attentional/ cognitive impulsiveness (i.e. inability to focus), non-planning impulsiveness (i.e. lack of regard for the future), and motor impulsiveness (i.e. action without reflection) (Barratt and Stanford, 1995) . Laboratory measures of behavioral impulsivity do not correlate closely with selfrated measures of trait impulsivity (Stahl et al.,2014; Cyders and Coskunpinar, 2011; Reynolds et al.2006 , 2008 , White et al., 1994 . e.g. BIS-11 scores are correlated with, but not identical to the Go No-Go
